Wereport a case of IgM-associated mesangial proliferative glomerulonephritis with microscopic hematuria and renal tubular dysfunction. On electron microscopy, a giant spherical deposit was observed in the glomerular paramesangial area. Deposition of C3 in the glomerular mesangial areas was not observed by immunofluorescence. IgM-associated mesangial proliferative glomerulonephritis is clinically characterized by nephrotic syndrome, mild proteinuria and/or hematuria, tubular dysfunction or renal failure, suggesting that it is considered to be a heterogeneous disorder.
Wereport a case of IgM-associated mesangial proliferative glomerulonephritis. Hematuria and renal tubular dysfunction were clinically observed. On electron microscopy, a giant spherical deposit was observed in the glomerular paramesangial area.
CASE REPORT
A 49-year-old female was admitted to Juntendo University Hospital, Tokyo, in April 1986, because of microscopic hematuria. She had been well until the age of 37. In 1974, she suffered from fever and gross hematuria. She had been diagnosed as acute No abnormal findings were observed on intravenous pyelography (IVP), ultrasonography or renography. The microscopic hematuria was diminished by bed rest and diet therapy (NaCl 12g, protein 60g per day) during her stay in the hospital. The levels ofj32 microglobulin in urine were normalized one month after admission. A percutaneous renal biopsy was performed without complication on May 17, 1986. Light microscopy showed that the biopsy specimen contained a total of five glomeruli. No lymphocyte infiltration, tubular atrophy or interstitial fibrosis was observed ( Fig. 1 ). Mild expansion of the glomerular mesangial matrix and slight proliferation of mesangial cells were observed (Fig. 2) . On immunofluorescence, the predominant finding was granular deposits of IgM in the glomerular mesangial areas and capillary walls (Fig. 3) . Some IgG was deposited in the same areas. IgA, C3, Clq and fibrinogen were negative in the renal tissues. Transmission electron microscopy revealed that the glomerular mesangial cells and matrix were slightly increased (Fig. 4) . The foot processes of glomerular epithelial cells were partially effaced. Mesangial electron dense deposits were small and were located between the glomerular Small electron dense deposits (arrows) are seen between the glomerular basement membrane(GBM)and mesangial cell (MC). Foot processes are effaced. EP, epithelial cells (x 12,000). basement membrane and the mesangial cell (Fig. 5) . In the paramesangial area, a giant spherical deposit with variable electron density was observed. The inside of this deposit was slightly low in density and this moth-eaten appearance showed a speckled granular pattern on high magnification. This deposit also contained lamellar vesicular structures (Fig. 4) . microglobulin in urine. However, no pathological alteration was observed in the renal tubules and interstitium. Concerning this discrepancy, it is postulated that the renal biopsy specimens were not adequate tissue samples with focal alteration of the tubulo-interstitial area or that the renal tubular dysfunction might be transient. It is likely that the renal tubular dysfunction in this case was caused by infections of the urinary tract and/or side effects of antibiotics. However, the lymphocyte stimulating tests for the antibiotics used were negative. Since no deposition of complement componentswas observed in the glomeruli of this patient, the glomerular injuries may not be associated with complement activation. On electron microscopy, a giant spherical deposit with an area of low density was observed in the glomerular paramesangial area in this patient. Giant hemispherical deposits in the paramesangial area are frequently observed in patients with IgA nephropathy (12) . However, we have found no previous reports in the literature of such deposits in patients with mesangial proliferative glomerulonephritis associated with IgM deposits (1-3, ll, 13). The low density area inside the high density deposit was a specific finding in this patient. Although the reason for this finding is unknown, the following three possible mechanisms were suspected: 1) dissolution and absorption of deposits in the glomerular mesangial matrix, 2) IgM deposition in the glomerular mesangial areas and 3) exudation of material through the glomerular capillary lumen.
Further investigation is needed to determine whether the deposition of IgMor dense deposits might affect glomerular injury in patients with mesangial pro- 
